30%. A preoperative diagnosis was often not made but barium studies were the most useful investigation in identifying a lesion (Goel et al. 1976 , Miles et al. 1979 . The prognosis was usually poor. The five-year survival rate for all primary small bowel malignancies was between 19% and 30%, and for adenocarcinoma was 16% (Goel et al. 1976) . (Reye' et al. 1963) , is characterized by encephalopathy and fatty degeneration of the liver and other viscera. This condition typically presents in infancy or childhood (Sullivan-Bolyai & Corey 1981 , New England Journal of Medicine 1983 , Mowat 1983 ) but has been reported occasionally in adults, the majority from North America and in their late teens or twenties (Morse et al. 1975 , Atkins & Haponik 1979 , Varma et al. 1979 , Sullivan-Bolyai & Corey 1981 . We report this case as a reminder that Reye's syndrome occurs in adults, since appropriate treatment of the cerebral oedema may be life-saving.
Case report
A 32-year-old woman was admitted in coma after a seven-day prodromal illness consisting of general malaise and headache followed by nausea and vomiting. She had had an upper respiratory tract infection one month before and in the past had suffered from depression and other psychiatric symptoms. The drug history (initially obtained from the patient's husband, but confirmed by the patient when she regained consciousness) revealed that the only regular medication was glutethimide 500 mg at night; Lobak (chlormezanone and paracetamol) was taken as required for back pain. There was no history of salicylate or alcohol ingestion and overdose was denied. Two years previously she had been investigated for the insidious development of paralysis and anaesthesia of her right leg and a tentative diagnosis of multiple sclerosis had been made.
On examination the patient was unconscious, responding to but not localizing pain. There were no localizing neurological signs. The liver was enlarged to 8 cm below the costal margin but there was no jaundice or any other specific findings to indicate liver disease.
Investigations initially showed severe acidosis (arterial pH 6.96, total bicarbonate 4 mmol/l) and profound hypoglycaemia (plasma glucose < 0.5 mmol/l), correction of the latter having no effect on the clinical state. Further investigations revealed lactic acidosis (lactate 30.8 mmol/l), hyperamylasaemia (amylase 3050 U/1, normal 70-300), abnormal liver function tests (aspartate transaminase > 200 iu/1, alkaline phosphatase 134 iu/1, gammaglutamyl transferase > 675 iu/l, bilirubin 38 pmol/l), disturbed coagulation (prothrombin time 140 seconds) and recurrent hypoglycaemia. Renal function was deteriorating, the serum creatinine rising from 133 pmol/l on admission to 191 pmol/l after 12 hours and 233 pmol/l after 22 hours. Urine and serum toxicology screens (including ethyl and methyl alcohols, ethylene glycol, salicylates and paracetamol) were negative. The serum glutethimide concentration on admission was 2.0 mg/l (therapeutic range up to 10 mg/1). Viral studies were not performed.
Twelve hours later the patient regained consciousness but she subsequently collapsed with signs of an acute abdomen and circulatory failure. Despite further intensive resuscitation she lapsed into cardiorespiratory failure and died; treatment aimed specifically at reducing cerebral oedema had not been attempted.
Post-mortem examination showed marked yellow discolouration of the viscera, especially the liver and heart. There were generalized petechial haemorrhages and evidence of bleeding from 'Accepted 2 April 1984 2Present address: Southmead Hospital, Bristol Journal of the Royal Society of Medicine Volume 77 August 1984 695 gastric erosions. The pancreas was macroscopically normal. Cerebral oedema was present but not marked.
Histopathological examination of the liver revealed prominent, panlobular, intrahepatocytic, microvesicular fat accumulation in all cells, demonstrated by oil-red 0 stain on frozen section (Figure 1 ). Formalin-fixed paraffin sections showed no displacement of hepatocyte nuclei. There was no necrosis and only minimal infiltration of the portal tracts with mononuclear cells. Microvesicular fatty change was also present in the myocardium, the renal convoluted tubules and in the pancreas. These changes are diagnostic of Reye's syndrome (MacSween et al. 1979 ).
Discussion
Reye's syndrome is extremely uncommon over the age of 18 years but our patient had the histological findings characteristic of Reye's syndrome and the clinical and biochemical features were consistent with this diagnosis. The striking features of this case were the coma persisting after correction of the profound hypoglycaemia, the severe lactic acidosis and the apparent recovery prior to cardiovascular collapse. Hypoglycaemia has been reported previously in Reye's syndrome although the plasma glucose may be normal or raised (Brown & Forman 1982) . Lactic acidosis also occurs (Brown & Forman 1982) and may correlate with the clinical state in children (Tonsgard et al. 1982) . Hyperamylasaemia in Reye's syndrome has been described previously but has been assumed to be due to a coexisting pancreatitis (Brown & Forman 1982) . Our patient developed the clinical features of an acute abdomen but there was no histopathological evidence of inflammation of the pancreas, although it showed microvesicular fatty change. Hyperamylasaemia has been described in many other conditions (Salt & Schenker 1976) including renal failure, which may have been contributory in this case. Hyperamylasaemia may also occur in diabetic ketoacidosis and hepatitis, and although our patient was not suffering from these particular conditions she did have a severe metabolic acidosis and massive liver cell damage.
The aetiology of Reye's syndrome is not known, but epidemiological surveys (Sullivan-Bolyai & Corey 1981 , Lancet 1982 , Lichtenstein et al. 1983 ) have indicated that viral infections (notably influenza A and B and varicella) and salicylate ingestion may be implicated, possibly as triggers rather than direct aetiological agents. Abnormalities of hepatic mitochondrial enzymes have been reported, including reduced activities of carbamyl phosphate synthetase and ornithine transcarbamylase (Brown et al. 1976) , and a circulating inhibitor of glutamate dehydrogenase has been described (Holt et al. 1983 ). There was no evidence of salicylate ingestion in our patient although there may have been a preceding viral infection. Sherlock (1983) has recently gathered together diseases characterized by microvesicular fatty change in the liver, namely Reye's syndrome, sodium valproate hepatotoxicity, acute fatty liver of pregnancy and Jamaican vomiting disease. Mitochondrial injury appears to be the common factor in all these conditions, and in Reye's syndrome may possibly result from virus-host interaction modified by external agents such as salicylates.
The mortality and morbidity of Reye's syndrome has improved in recent years with advances in supportive management, in particular measures to maintain cerebral perfusion (Sullivan-Bolyai & Corey 1981 , Crocker 1982 , Mowat 1983 . Moreover, the neurological and psychiatric sequelae in survivors may be surprisingly few, at least in children (Shaywitz et al. 1982) .
We conclude that although Reye's syndrome remains rare in adults, it should be included in the differential diagnosis of all patients presenting with unexplained encephalopathy and liver dysfunction of sudden onset so that prompt treatment of cerebral oedema may be instituted, if appropriate. Such an approach with this patient might have been life-saving.
Severe atopic eczema, recurrent pneumococcal meningitis and recurrent eczema herpeticum' T J David MD MRCP2 P K Lakhani MB MRCP M R Haeney MRCP MRCPath3
Department of Child Health, University of Manchester
A girl is reported with exceptionally severe atopic eczema in whom recurrent infection led to the discovery of an immunological abnormality not hitherto associated with atopic eczema.
Case report
The patient, a 10-year-old Caucasian girl, is the second child of unrelated parents, both of whom have had mild atopic eczema. The pregnancy and delivery on 28.2.74 were normal; the patient was breastfed for-3 months and solids first introduced at 5 months. Atopic eczema, first noted soon after bottle-feeding was commenced at 3 months, spread to involve the entire body by 5 months. Despite therapy with topical hydrocortisone cream and Synacthen Depot 0.25 mg twice a week, her exceptionally severe eczema proved to be a major handicap. Flexion contractures of the fingers developed due to constant bandaging of her hands, and she had been unable to attend school for the 2 years prior to hospital admission at the age of 8 years. Skin infections with group A beta-haemolytic streptococci and Staphylococcus aureus have recurred from infancy, and on one occasion an exceptionally severe infection with the above organisms and Pseudomonas aeruginosa required intravenous antibiotics. Three attacks of pneumococcal meningitis and septicaemia, accompanied by major seizures and coma, occurred on 15.7.81, 18.9.81 (with subdural effusions drained through burr holes), and 25.8.82. With each attack of meningitis her skin lesions completely disappeared within two days of the onset of the meningitis, relapse occurring after 10 to 18 days. On 4.11.82 she developed primary herpetic gingivostomatitis, with oesophageal ulceration and eczema herpeticum of the face, neck and hands. Recurrences of eczema herpeticum of the face, neck and hands occurred on 8.12.82, 9.2.83 and 11.4.83 . Radiological evidence of rickets of the wrists, attributed to lack of sunlight and a low dietary intake of calcium and vitamin D, was noted on 23.3.83.
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